Abstract. Earlier studies have found that priming a resident female hamster by allowing it to attack a conspecific intruder transiently reduced the latency of its attack on a second (probe) intruder. The present series of experiments showed that the time the subject spent in contact with each intruder prior to attack revealed this priming effect more clearly than did the conventional total elapsed time measure. The inference that stimuli encountered during the first few minutes of intruder exploration would heighten the subject's aggressive arousal was confirmed in experiments showing that increasing exposure to an anaesthetized intruder from 0 to 90 s systematically reduced subsequent attack latency. Ninety seconds of contact with an anaesthetized intruder just prior to testing on a pair of priming and probe trials significantly reduced the priming effect. However, such exposure may not reproduce the full reduction in latency that follows an overt attack. Consecutive priming and probe attack latencies were uncorrelated even though the latter is routinely shorter than the former. Attacks were therefore modelled as stochastic events. Standard log survivor analysis suggested that attack probabilities increase to an asymptote during both priming and probe trials. A novel (t) transformation of the data showed more clearly that the priming effect results from a probability of attack which starts at a higher level on probe trials and rises to asymptote faster.
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Aggressive behaviour patterns increase in frequency and/or intensity during the initial stages of agonistic encounters in many species including fish (e.g. Peeke et al. 1971 ), birds (e.g. Hinde 1954 and rodents (e.g. Tellegen & Horn 1972 ). An experimental 'attack priming' model of this phenomenon has been developed in hamsters based on the standard resident/intruder paradigm used in studies of rodent aggression. If a resident hamster is allowed a single attack upon a conspecific intruder, the latency with which it will then attack a second (probe) intruder is generally shorter than its latency to attack the first (priming) intruder (Potegal & tenBrink 1984; Potegal & Popken 1985; Potegal 1991) . Behaviourally, this attack priming effect is relatively specific in that carrying out one attack does not affect subsequent feeding or locomotion (Potegal & ten Brink 1984) . Conversely, pursuing and gnawing a hamstersized wooden block moving through the home cage does not reduce the latency of subsequent attack upon a conspecific (Potegal et al. 1991) . By interpolating different delays between priming and probe trials, it has also been demonstrated that the effects of a priming attack persist for at least 30 min (Potegal 1992a). Because there was no external stimulation during these delays such persistence clearly must be mediated by internal processes. The latter results are analogous to Heiligenberg's (1974) report that brief presentation of an aggression-provoking adult male conspecific to a cichlid fish produced an increase in the fish's attacks against the blind fingerling fish cohabiting in its tank; this increase persisted for many minutes after the provoking stimulus had been withdrawn. Heiligenberg (1974) introduced the phrase 'attack readiness' to describe this internally regulated propensity to attack. We use the term 'aggressive arousal' in roughly the same sense to denote the aggression-specific, internally mediated, physiological processes studied in hamsters (Potegal 1992b 
